[Inhibitive effect and mechanism of monoclonal antibody targeted SEA on human bladder cancer cell line BIU-87].
To investigate the in vitro inhibitive effect and apoptotic mechanism of BDI-1 monoclonal antibody targeted SEA on human bladder cancer cell line BIU-87. Human peripheral blood mononuclear cells (PBMC) and human bladder cancer cell line BIU-87 were used as effector and target cells respectively in three experimental groups, control group, SEA group and monoclonal antibody targeted SEA group, treated with different concentrations of SEA and targeted SEA respectively in the latter two. The inhibition rates of target cells were measured by cell counting kit-8 (CCK-8) assay. Apoptosis was determined by fluorescent Hocehst 33258 staining and flow cytometry (FCM). The expression of Bax, Bcl-2 proteins and cytokine concentration of co-culture supernatants were detected by Western blot and ELISA respectively. Compared with those of control group (from 5.8% +/- 3.0% to 16.5% +/- 4.0%) and SEA group (from 20.7% +/- 2.1% to 68.6% +/- 4.0%), the inhibition rates in targeted SEA group increased significantly (from 31.2% +/- 2.6% to 88.7% +/- 3.0%, P < 0.05). Characteristic changes of apoptosis were observed in both experimental treatment groups, especially in targeted SEA group. FCM also showed more prominent apoptosis induced in targeted SEA group (from 14.6% +/- 0.7% to 66.5% +/- 3.3%), significantly higher than those of control group (from 4.6% +/- 0.7% to 6.5% +/- 0.3%) and SEA group (from 9.1% +/- 0.6% to 29.9% +/- 1.3%, P < 0.05). In addition, Western blot analysis indicated that the ratio of Bax/Bcl-2 significantly increased to (3.29 +/- 0.34) by targeted SEA treatment at an extremely low concentration, significantly higher than those of SEA group (1.21 +/- 0.05) and control group (0.45 +/- 0.15) (P < 0.05). While at the same time ELISA assay showed no significant difference of IL-2, TNF-alpha, IFN-gamma concentrations between SEA and targeted SEA groups. Monoclonal antibody targeted SEA significantly increases the inhibitive effect of BIU-87 cell line possibly through the up-regulation of Bax/Bcl-2 ratio to promote the cellular apoptosis.